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clinical snippets
Antimicrobial Adjuvant
Antimicrobial peptides are 
produced by epithelial cells during 
infection and inflammation. 
Although they are known to 
function in innate immunity, 
their influence on acquired 
immunity is only beginning 
to be described. Ferris and 
colleagues demonstrated that 
the antimicrobial peptide beta-
defensin-3 (hBD3) activates 
human Langerhans cell–like 
dendritic cells (LC-DCs) via NF-κB 
and MAPK/AP1 activation. These 
LC-DCs then upregulate CCR7, 
migrate to the CCR7 ligands 
CCL19 and CCL21, and polarize 
T cells to produce interferon-γ. 
Furthermore, hBD3 induces 
activation of migratory DCs in 
human skin, underscoring the 
clinical significance of the adjuvant 
role of this antimicrobial peptide. 
See page 460
Psoriasis Across  
the Globe
As a myriad of genetic and 
environmental factors influence 
the likelihood of developing 
psoriasis, variation in the 
prevalence of this disease is 
marked. Parisi and colleagues 
performed a systematic review 
of 53 published studies on 
the incidence and prevalence 
of psoriasis in the general 
population. They found that 
psoriasis was less common in 
children than adults. In addition, 
they identified a relationship 
between prevalence and distance 
from the equator—populations 
closer to the equator were less 
affected than those more distant. 
The authors concluded that the 
roles of geography, ethnicity, and 
other factors should be further 
investigated via international 
collaborations applying 
standardized methodology.  
See page 377
Undeveloped Barrier
Glucocorticoids (GCs) are commonly used to treat 
inflammatory skin pathologies, but the role of the GC 
receptor (GR), which mediates these drugs is not clear. 
Sevilla and colleagues generated mice with specific 
constitutive GR inactivation in keratinocytes (GREKO 
mice). These mice exhibited impaired barrier formation, 
and newborns had abnormal epidermal differentiation 
and proliferation. Furthermore, GREKO epidermis exhib­
ited upregulation of genes associated with cutaneous 
inflammatory diseases with skin barrier defects. 
Although adult mice exhibited a mild phenotype, the 
skin exhibited exaggerated proliferative and hyper­
keratotic responses upon exposure to either detergent or phorbol ester. Thus, loss of 
GR in the epidermis results in skin barrier defects and concomitant cutaneous inflam­
mation similar to that observed in inflammatory skin diseases. See page 361
The Light Changes Everything
Broadband light (BBL) has been used as an 
anti­aging treatment to “rejuvenate” the skin. 
To examine the molecular changes induced 
by this treatment, Chang and colleagues 
employed 3′­end sequencing to identify the 
global gene expression programs of photoaged 
and intrinsically aged human skin in response 
to BBL. Indeed, rejuvenation at the molecular 
level appeared to have occurred, as indicated 
by evidence that the expression of many genes 
involved in the aging process was altered after 
treatment. The gene expression pattern of the treated aged skin more closely resembled 
that of untreated young skin than that of untreated aged skin. See page 394
Tea Time
The multiple pathological processes involved in acne have 
made the development of efficacious treatments difficult. 
Yoon and colleagues tested the effects on acne of epigallo­
catechin­3­gallate (EGCG)—the major polyphenol in green 
tea—which has been shown to have potent anticarcinogen­
ic, anti­inflammatory, and antimicrobial activities. EGCG 
decreased sebum production, decreased inflammation, and 
inhibited overgrowth of the pathogen Propionibacterium 
acnes. Importantly, EGCG improved acne in an 8­week, 
randomized, double­blinded, split­face clinical trial of 35 
patients. The agent was well tolerated, with minimal side 
effects, in contrast to results with other acne treatments, 
such as isotretinoin. See page 429
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